Since some authors have stated a certain role for so-called "free fatty acids" (FFA) 
INTRODUCTION
The incidence of pulmonary complications associated with acute pancreatitis has been reported to range from 15 GDOC 17 2 6 GDOC 34
GDOC-control 2 6 oleic acid (OA) 2 6 saline (SAL) 6 6 GDOC 17 6 6 GDOC 34 6 6 GDOC-control 6 Lung examination showed vascular congestion, atelectasis, intra-alveolar edema, interstitial inflammatory infiltrates, and later thickening of the alveolar membrane ( Figure 5 ). Congestion and atelectasis were seen in all animals treated with GDOC-34 and OA but only at 6 hours in the GDOC-17 group. Inflammatory reaction, hemorrhage and thickening of the alveolar membrane occurred in 50% of the OA-animals at 6 hours and 12 hours and in all animals at 24 hours. The same features could be observed in 65% of all GDOC-34 rats at 12 hours and in 80% of all animals in this group at 24 hours. In contrast, only one rat in the GDOC-17 group developed pulmonary hemorrhage at 24 hours, and no alveolar wall thickening was found in the GDOC-17 group at any time.
DISCUSSION
In 20-60% of patients acute pancreatitis is associated with lung injury, which may progress to alterations consistent with ARDS1-6. We have examined the occurrence and time course of pulmonary changes in an experimental model of acute pancreatitis as well as after i.v. infusion of oleic acid. We further correlated serum levels of free fatty acids with the evolution of the lung injury, as several authors have stated an important role of free fatty acids in the pathogenesis of pancreatitis and subsequent lung injury7'9"1'15. By use of glycodeoxycholic acid in two different concentrations (34 mmol and 17 mmol) we were able to create pancreatitis of two different levels of severity and degrees of pancreatitis associated pulmonary injury. Application of 34 mmol GDOC produced fulminant acute pancreatitis with early edema and focal necrosis, progressing to extreme inflammation and hemorrhage by 12 hours. These animals had an increase in lung weight and continuously rising amylase levels, combined with a decrease in arterial pO2, and no animal survived longer than 30 hours. The FFA levels in this group at 24 hours were significantly higher than in controls. Pathologic lung alterations (congestion of lung capillaries, inflammatory reaction, interalveolar edema) were found to precede the appearance of clinically manifest hypoxia, as has been reported by other investigators1. The observations in the GDOC-34 group were identical to those seen in rats with i.v. infusion of oleic acid, a substance which belongs to the group of "free fatty acids". The intravenous application of oleic acid has been previously used as an experimental model to create ARDS-like severe lung injury9'7. It has been repeatedly demonstrated that the infusion of oleic acid leads to a damage of the alveolarycapillary membrane and a subsequent pulmonary injury comparable to ARDS in humans9,7,TM.
Unexpectedly, an increase of levels of amylases associated with pancreatic edema and focal pancreatic necroses in three of six rats at 24 hours in the OA-group was observed. Although these clinical observations are in concordance with the results of our animal experiment a final conclusive statement regarding the causal relationship of FFA levels and severity of pancreatitis cannot be made. It must be taken into account that the increase of levels of FFA might be only a nonspecific expression of stress caused by a severe disease.
